Increased tumour incidence and skin tumour promotion in two generations of descendants of 7,12-dimethylbenz[a]anthracene-treated pregnant mice.
Many experiments suggest the possibility of hereditary transmission of a predisposition to developing cancer. If this is the case, the progeny of animals exposed to carcinogens during embryogenesis should bear initiated cells. In order to examine this possibility, offspring of mice exposed to 7,12-dimethyl-benz[a]anthracene in utero were treated cutaneously with a tumour promoter, 12-O-tetradecanoylphorbol-13-acetate. This treatment resulted in the development of skin tumours, i.e., papillomas and carcinomas. Moreover, various tumours also developed in many internal organs, and particularly in the lung. These findings suggest that exposure to carcinogens may not only increase cancer risk in subsequent generations, but also considerably reinforce sensitivity to tumour-promoting factors, which by themselves may pose no threat to an unexposed population.